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Background: After an acute myocardial infarction (MI), the left ventricle (LV) undergoes remodeling with progressive deterioration in function. The 
role of nuclear factor-kappaB (NF-kB) signaling in the genesis of ischemic heart failure remains unclear.
Methods: We examined the role of NF-kB in post-MI cardiomyopathy using mice with cardiac-specific inhibition of NF-kB activation via transgenic 
overexpression of a mutant IkBa. Wild-type (WT, n=13), nontransgenic (NTg, n=12) and IkBa transgenic (IkBa Tg, n=11) mice underwent permanent 
occlusion of the LAD coronary artery. Echocardiography was performed before (BSL), and at 48 h and 4 wks after coronary occlusion.
Results: During follow-up, LVEF progressively worsened and LV chamber diameters and LV end-diastolic volume increased in WT and NTg mice 
(Figure), consistent with postinfarct remodeling. After 4 wks, compared with WT and NTg groups, IkBa Tg mice exhibited greater EF and smaller LV 
diameters and LVEDV (Figure). In addition, mortality was considerably lower in IkBa Tg group (2/11 [18%] mice died) compared with WT (5/13, 
38%) and NTg (5/12, 42%) mice.
Conclusions: These results indicate that myocyte-specific inhibition of NF-kB activation ameliorates postinfarct ventricular remodeling, thereby 
implicating a detrimental influence of NF-kB signaling during healing of the infarcted heart. These findings are relevant for developing new treatment 
strategies for patients with acute MI, who are at risk of developing ischemic heart failure.
 
